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II.   Acquired antibodies acting on the red cells,
(a) ' Acquired ' acholuric jaundice.
(6) Paroxysmal hsemoglobinuria.
III.    Parasitic invasion' of the red cells.
(a)  Malaria.
(b)  Oroya fever.
IV.    Hssmolytic poisons,
(a) Bacterial.
(6) Chemical.
I. (a) Hereditary Spherocytosis (Hereditary acholuric jaun-
dice). This is the commonest type of chronic hsemolytie ansemia
occurring in Great Britain. It results from a hereditary'abnormality
of the red cells which is transmissible by either parent, generally affects
more than one member of the family, and can be traced in more than
one generation. Its existence is usually detected by a yellowish tinge
of skin and conjunctivas in the early years of life, although sometimes
not till later. There may be at first little disturbance of health, but
later there are exacerbations in which red cell destruction is sufficiently
severe to produce a moderate degree of anaemia with acholuric jaundice,
while increased red cell production is reflected in an abnormally high
proportion of reticulocytes in the blood, perhaps 20 per cent, or more;
the leucocytes and platelets show little change. The disease usually
pursues a fluctuating course; remissions may occur during which
jaundice is absent, the red cells are little reduced in number, and
reticulocytes only slightly increased: acute exacerbations are, however,
common and may be of a fuhninating character; such a crisis is
marked by fever and leucocytosis, a rapidly increasing jaundice,
profounfi fall in the red cell count, and increase in the size of the
spleen. Survival from such an exacerbation is followed by reticulo-
cytosis sometimes amounting to 80 per cent, or even more of the total
red cells with numerous normoblasts both early and late, and there-
after the red cell count gradually rises.
The mature red cells are of abnormal shape, being more globular
than the normal bi-concave discs; the diameter is diminished and the
thickness increased while the cell volume is unchanged. Such abnormal
corpuscles are known as spherocytes (Kg. 295}; they may be identified
in a blood fil-m as small cells which, owing to their increased thickness
and full haemoglobin saturation, stain intensely and do not exhibit
the central pallor of the normal erythrocyte: these changes are less
apparent in the retieulocyte than in the more mature forms. Sphero-
cytes are short-lived, and in vitro show increased fragility, both the
maximal and minimal resistance being lowered to hypotonic salt
solution and other agents which produce lysis, notably lysoleeithin.
It has been shown that when cases of hereditary spherocytic ansemia
are transfused with normal blood, the transfused cells have a normal
life span, whereas if blood from such a patient is transfused into an